Supplementary Information 
Supplementary Table 1. SND1 expression and basic characteristics of liver cancer patients in TCGA.
Supplementary Table 2. Cox regression overall survival analysis of SND1 expression in TCGA liver cancer patients.
Supplementary Table 3. Detailed information on the primer sequences.
Supplementary Fig 1.  Kaplan-Meier overall survival curves based on SND1 expression in liver cancer patients of TCGA database.
High-expression (High) and low-expression (Low) groups were obtained by the median value of log10-transformed and normalized SND1 expression. The Kaplan-Meier survival curve analysis was first performed based on the liver cancer patients with vital status information in the TCGA database (A). Overall survival curve was then stratified by age (B), ethnicity (C), gender (D), and race (E). A log-rank test was performed to the analyze the statistical difference between SND1 high-expression (High, blue line) and low-expression (Low, green line) groups.
Supplementary Fig 2. Correlation between SND1 expression and the clinicopathological features of the liver cancer patients in the TCGA database.
(A) The expression level of SND1 was detected in the different neoplasm histologic grade of TCGA liver cancer patients, including G1 (number, n=55), G2 (n=177), G3 (n=122), and G4 (n=12). Statistical differences were analyzed using the ANOVA-SNK test. (B) Kaplan-Meier survival curve analysis was stratified by neoplasm histologic grades and analyzed by Log-rank test. (C) The relationship between SND1 expression and pathologic T (T1, T2, T3, T4, TX) /M (M0, M1, MX) /N (N0, N1, NX) stages of TCGA liver cancer patients was also analyzed by the ANOVA-SNK test. (D) Kaplan-Meier survival curve analysis stratified by neoplasm histologic grades was also performed. (E) Statistical differences for the SND1 expression in pathologic stages (stage I, n=171; stage II, n=86; stage III, n=85; stage, n=4) was analyzed by the ANOVA-SNK test. (F) Kaplan-Meier survival curves of pathologic stage I-II and stage III-IV were also provided. 
Supplementary Fig 3.  Effect of SND1 protein on the apoptosis of HCC cell lines under normal condition.
The apoptosis levels of HepG2 sh-Vector, shSND1-#1, and shSND1-#2 cell lines, and SMMC-7721-SND1 WT and KO cell lines were investigated by Annexin V-FITC/propidium iodide staining and flow cytometry, respectively. The percentage of FITC-positive cells were shown and analyzed using the ANOVA-SNK test (A, HepG2, # P>0.05) or independent-sample Student’s t-test (B, SMMC-7721, *P<0.05).
Supplementary Fig 4. Effect of 5-Fu treatment on the expression of SND1 in HCC cell lines.
HepG2 and SMMC-7721 cell lines were stimulated with 6 μg/mL 5-Fu (+) or not (-), respectively. After 48 h, the total cell lysates were loaded onto SDS-PAGE and blot with anti-SND1 antibody (upper panel), or anti-α-tubulin antibody as the control (lower panel) (A). Band density was digitized by Image J 2X software and the SND1/α-tubulin ratio was calculated (B).
Supplementary Fig 5.  Effect of SND1 protein on the cisplatin-induced apoptosis of HCC cell lines.
HepG2 sh-Vector, shSND1-#1, and shSND1-#2 cell lines, and SMMC-7721-SND1 WT and KO cell lines were stimulated with 5 μg/mL cisplatin. After 24 h, the apoptosis assay was done by Annexin V-FITC/propidium iodide staining and flow cytometry. The percentage of FITC-positive cells were shown and analyzed using the ANOVA-SNK test (A, HepG2, ***P<0.001) or independent-sample Student’s t-test (B, SMMC-7721, ***P<0.001).
Supplementary Fig 6. Effect of UCA1 on the apoptosis of HCC cell lines under normal conditions.
The apoptosis levels of HepG2 and SMMC-7721 sh-Vector, and shUCA1-#1, shUCA1-#2 cell lines were analyzed by Annexin V-FITC/propidium iodide staining and flow cytometry. The percentage of FITC-positive cells were shown and analyzed using the ANOVA-SNK test (A, HepG2, *P<0.05) or independent-sample Student’s t-test (B, SMMC-7721, # P>0.05).
Supplementary Fig 7. Effect of 5-Fu treatment on the expression of UCA1 in HCC cell lines.
HepG2 and SMMC-7721 cell lines were treated with 6 μg/mL 5-Fu (+) or not (-). After 48h, the expression of UCA1 was detected by qPCR assay and analyzed by independent-sample Student’s t-test (A, HepG2, ***P<0.001; B, SMMC-7721, ***P<0.001).
Supplementary Fig 8. Effect of 5-Fu treatment on the nuclear-cytoplasmic distribution of UCA1 in HepG2 cell lines.
HepG2 cell lines were treated with 6 μg/mL 5-Fu (+) or not (-). After 48 h, cytoplasmic and nuclear RNA were extracted. Then, the expression levels of UCA1, GAPDH (cytoplasmic control gene), and U6 RNA (nuclear control gene) were detected by qPCR assay.
Supplementary Fig 9. Effect of MYB over-expression on the expression level of UCA1 in HCC cell lines.
HepG2 and SMMC-7721 cell lines were transfected with either IRES-Vector plasmid or IRES-Flag-MYB plasmid. After 48 h, the expression level of UCA1 was detected by qPCR assay and analyzed by independent-sample Student’s t-test (A, HepG2, ***P<0.001; B, SMMC-7721, ***P<0.001).
Supplementary Fig 10. EMSA assay for MYB protein and two specific regions within the UCA1 promoter.
After stimulation by 5-Fu, an EMSA assay was performed using anti-MYB antibody and biotinylated/unlabeled probes targeting two specific regions of UCA1 promoter, including “-231~-222” bp (A) and “-111~-102” bp (B).
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